if any, these substances would contribute in the CK-MB isolation and subsequent assay. This report describes the determination of the AK elution profiles. 
Materials and Methods

Materials
Procedure
The packing buffer was drained from the column and discarded. The column was charged with 0.5 ml (312 mU) of di- 
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CK reagent (Figure 2 ). Two AK isoenzymes were observed.
One migrated more anodally at the site of application;
a second and larger portion of the mixture migrated slightly cathodaiiy. Each corresponded to the electrophoretic mobility of CK-MM. No enzyme was seen in the MB or BB regions when compared with a CK isoenzyme control preparation. 2 The term "apparent or equivalent creatine kinase activity" is used to designate the amount of activity, measured by changes in 340-nm absorbances, produced by adenylate kinase with the coupled-enzyme substrate containing creatine phosphate (11 Results Figure 1 shows a plot of the elution profile of rabbit muscle and human erythrocytic adenylate kinase as the buffered salt concentration increased. In each experiment, all the adenylate kinase was rapidly eluted by buffered 100 mmol NaCI. This pattern corresponded to the elution of the CK-MM isoenzyme under identical conditions (11) . No apparent CK activity was found in any of the eluates with greater salt content. 2 Human myocardial muscle extract in serum was diluted with saline to give a CK isoenzyme content of: MM, 57 U/liter; MB, 9 U/liter; and BB, 0. This was mixed with rabbit muscle AK to yield a solution with a total CK value of 1223 U/liter and chromatographed as described. The MM eluate contained 1198 U/liter and the MB eluate, 11 U/liter; none was found in the BB fraction; thus the total was 1209 U/liter, or 98.9% analytical recovery. The heterogeneity of the erythrocytic AK was determined
Discussion
The results showed that both human erythrocytic AK and rabbit muscle AK were completely eluted with the buffered salt concentration that elutes the CK-MM isoenzyme in the Roche chromatographic procedure.
The data also indicate that increased amounts of AK in serum, whether resulting from disease (12) at least two and traces of a third isoenzyme could be distinguished during an examination of erythrocytes from the AK-i phenotype that Khoo and Russell studied (13) . Similar results had been demonstrated previously by Harris (14, 15) .
We interpreted the agarose eiectrophoretic pattern we obtained as consistent with one demonstrated by Khoo and Russell. We discounted the presence of the more cathodal component as being due to endosmotic drift because similar drift was not evident in the pattern given by the CK-MM isoenzyme of the myocardial muscle preparation used as a reference.
